In this issue of the journal, Scholtens et al1 report of an absence of any correlation (r = 0.13, SEE = 54; P = .36) between hyperemic myocardial and peripheral blood flows during pharmacological vasodilation with adenosine in a heterogenous group of patients and healthy volunteers as determined with 13N-ammonia PET. The study is unique in that it concurrently measured the blood flow increase or vasomotor response during pharmacologically induced vasodilation of the arteriolar resistance vessels in the myocardium and upper limb muscle.
The current investigation agrees with earlier observations from Bottcher et al2 but extends them now also to the same stimulus to induce flow increases in the coronary and peripheral circulation. Bottcher et al2 were first to describe that the peripheral arterial flow responses to transient forearm ischemia did not correlate with dipyridamole-induced hyperemic myocardial blood flow increases. Thus, the current and previous investigations2 strongly suggest different regulatory mechanisms of the coronary and peripheral microcirculations in the diseased and normal vascular states. Extrapolations between findings in the two vascular beds therefore may not necessarily apply. At the first sight, the results from Scholtens1 and those from Bottcher et al2 may indeed contrast the reported association between vascular function of the brachial and epicardial artery from a previous investigation conducted by Anderson et al. 3 In the latter study, the stimuli to provoke the vasomotor response in the peripheral and coronary circulation were different and a different vascular bed was examined, i.e. conductance arteries. Alterations of epicardial artery diameter in response to intracoronary acetylcholine infusion were determined with quantitative coronary angiography (QCA), while the change in brachial artery diameter in response to reactive hyperemia in the peripheral circulation was determined with vascular ultrasound. Thus, endothelial function of the epicardial artery was specifically tested with acetylcholine stimulation of the muscarinergic receptor, whereas flow-mediated brachial artery response was determined in response to hyperemic flow increases. In both the instances, the endothelial vasoreactivity of the conduit vessels of the periphery and coronary circulation was tested. This may explain the observed statistically significant but rather weak correlation between endothelium-dependent vasomotor responses at the site of conduit vessel of the peripheral and coronary circulation in patients with and without angiographically determined CAD (P = .36, P\.01) (Figure 1 
